Lumbar Annular Tear in the Absence of Nerve Root Compression: Is Discectomy Useful?
We report a case of a 53-year-old woman affected by right lumbar cruralgia, hypoesthesia associated to weakness at L4-L5 nerve root territories. T2-weighted MRI demonstrated hyperintensity within the right posterior part of L4-L5 intervertebral disc in proximity to the symptomatic nerve root [ Figure 1a and b], and a homogeneous enhancement was showed at postgadolinium infusion MRI [ Figure 2a and b]. A clear nerve root compression was not present; nevertheless, we decided to proceed with a right L4-L5 microdiscectomy in view of patient's symptoms. At surgery, there was L4-L5 bulging disc, but the adjacent nerve root was not compressed. We executed an L4-L5 facetectomy to fully visualize it into the intervertebral foramen and no compressions were evident. An interspinous device was applied to reduce the risk of instability after the facetectomy. In the following days, the patient showed a good recovery in terms of pain and neurological symptoms and she was discharged on the 3 rd postoperative day.
Sir, The efficacy of discectomy for cases of lumbar annular tear in the absence of nerve root compression is nowadays unclear.
Magnetic resonance imaging (MRI) is established as the investigation of choice in the assessment of patients presenting with low back pain and sciatica. In MRI, annular tears are manifest as hyperintensity zones (HIZs), a focus on a degenerative lumbar intervertebral disc. [1] Herein, we report a case of a 53-year-old woman affected by right lumbar cruralgia and L4-L5 radiculopathy, whose lumbar MRI demonstrated the presence of an HIZ in proximity to the symptomatic nerve root but no clear nerve root compression. After a right L4-L5 microdiscectomy, the patient showed a good recovery.
A review of the literature is reported to evaluate the benefits of microdiscectomy in the presence of annular tear, also in the absence of a clear nerve root compression. back pain or sciatica in these cases could be explained by the irritating effects of chemical mediators produced by nucleus pulposus leaking through annular tears.
[7]
Our case demonstrates how lumbar disc flogosis can cause an irritating effect on the adjacent nerve root determining sciatica and nerve root dysfunctions. We believe that the presence of these symptoms, also in the absence of a clear nerve root compression, can be considered indication for microdiscectomy with the aim to solve the "chemical" reaction on the adjacent nerve root. On postgadolinium lumbar spine MRI, extradural enhancement may be seen in a variety of situations. The margins of herniated disc fragments, extradural extension of vascularized tumor, or extradural abscess will enhance following gadolinium. Benneker et al. studied 39 human lumbar discs (L1-S1) harvested from eight cadavers within 48 h postmortem using MRI in various spin-echo sequences sectioning in the mid-sagittal plane. He concluded that MRI alterations correlated significantly with H 2 O and proteoglycan content (P < 0.001) and were the best for detecting highly degenerated discs. [2] Annulus HIZ is considered by some authors highly specific predictors of chronic low back pain, yet the underlying source of the pain is unclear. [3] Nevertheless, some authors and leaders in back pain field dismiss the value of MRI since people without low back pain presents high rates of MRI findings as HIZ. [4] Dongfeng et al. observed the distribution of tumor necrosis factor-alpha (TNF-α) and CD68 in the intervertebral disc specimens from 26 patients affected by low back pain whose MRI showed HIZ and in specimens from intervertebral discs of five cadavers. The histological exam of the specimens from HIZ showed proliferated fibroblasts, TNF-α positive cells and some CD68 positive cells; the number of TNF-α and CD68 positive cells in HIZ was significantly higher than in specimens from intervertebral discs of cadavers (P < 0.05). They concluded that HIZ is a specific sign of inflammatory reaction.
[5] Moon et al. analyzed how annulus fibrosus/ neuron interactions during annular injury were involved in neovascularization and nerve ingrowth. He reported that annulus fibrosus cells involved in inflammatory reaction enhance the production of growth factors responsible for neovascularization and nerve ingrowth. Perhaps, they can indicate an inflammatory reaction.
[6] Peng et al. conducted a study on 42 patients with chronic low back pain accompanied by unilateral or bilateral radiating leg pain but without lumbar disc herniation on computed tomography and MRI. He treated the patients with anterior lumbar interbody fusion, posterior lumbar interbody fusion, or prosthetic nucleus pulposus displacement through the anterior retroperitoneal approach in one. He concluded that symptoms such as low How to cite this article: Nigro L, Landi A, Marotta N, Delfini R. Lumbar annular tear in the absence of nerve root compression: Is discectomy useful?. J Neurosci Rural Pract 2016;7:S126-8.
Bilateral Cerebral Hemorrhage in Herpes Simplex Encephalitis: Rare Occurrence
commands. Fundus examination showed bilateral papilledema. Pupils were equal and reactive. Extraocular movements were full. There was no facial weakness. Motor examination showed normal tone and deep tendon reflexes. He was moving all his limbs. Plantar responses were mute. Complete hemogram showed raised total leukocyte count of 17,800 per mm 3 with normal platelet counts. His serum creatinine was 2.1 mg/dL. Hepatic and thyroid functions were normal. Serum electrolytes and coagulation parameters were normal. Brain MRI showed left parieto-occipital and right occipital hemorrhage. MR venography did not show dural venous sinus occlusion [ Figures 1 and 2] . Electroencephalography showed bilateral posterior quadrant slowing of background rhythm in the theta range. CSF examination showed normal protein, glucose and 5 cells (lymphocytes). HSV-DNA was positive in CSF sample by PCR. He was started on renal adjusted dose of acyclovir (500 mg/day) and dexamethasone. There was improvement in his level of consciousness within 7 days. However, he had cortical blindness. He was discharged after 2 weeks. There was mild improvement in his vision at follow-up at 1 month.
HSV enters the brain through the direct neuronal transmission from the peripheral site to the brain through the trigeminal or olfactory nerve. The usual manifestation of HSE is fever, headache, seizures, and change in mental status evolving over several days. Atypical manifestation includes intracerebral hemorrhage which has been reported mainly in infants and young children. Intracerebral hematoma in HSE in adults is rare. There are some reports of the occurrence of hematoma in HSE in the adults. The exact mechanism of hemorrhage in HSE is unclear. Vasculitis causing small vessel rupture and Sir, The most frequent cause of sporadic encephalitis is herpes simplex encephalitis (HSE). [1] It carries a mortality of 70% if left untreated. With the usage of acyclovir in the management of HSE and early diagnosis, the mortality rate has been reduced to 19%. [2] Herpes simplex virus (HSV) causes hemorrhagic necrotizing encephalitis involving the frontal and medial temporal lobes. Petechial cortical hemorrhages have been reported in HSE; however, frank hematoma is rare. Bilateral cerebral hemorrhage in HSE has not been reported so far. Hereby, we report a patient who presented with febrile illness with altered level of consciousness. Brain magnetic resonance imaging (MRI) showed left parieto-occipital and right occipital hemorrhages. Cerebrospinal fluid (CSF) examination showed positive polymerase chain reaction (PCR) for HSV deoxyribonucleic acid (DNA).
A 71-year-old man was brought to the emergency department with the history of fever of 5 days duration, headache of 5 days, and altered level of consciousness of 1-day duration. Fever was moderate degree, intermittent, associated with chills. Headache was holocranial, throbbing, and intermittent lasting for 2-3 h, relieved with vomiting. There were no seizures, loose stools, or limb weakness. He lapsed into altered level of consciousness a day before admission. He became drowsy, irritable and was not recognizing family members. He was hypertensive on medication. Systemic examination was unremarkable. His vitals were pulse rate, 98 beats/min; blood pressure, 138/88 mmHg; respiratory rate, 26 breaths/ min. On neurological examination, he was drowsy, irritable, and agitated. He was not responding appropriately to verbal
